independent experiments were performed. (E). A peptide that blocks the PDZ domain of synectin was incubated with hHSC in a microfluidic chamber system and migration was assessed in response to PDGF stimulation. In the presence of blocking peptide the rate of migration was reduced in response to PDGF, N=3 (E). Error bars are SEM. Student's unpaired t test was used to analyze the differences between two groups (*P < 0.05, **p < 0.001). One-way ANOVA with Bonferroni's multiple comparison test was used to analyze groups for statistical significance (*p<0.05, **p < 0.001, ***p < 0.0001). 11 : (A) . Synectin-knockdown hHSCs were serum starved overnight and stimulated with PDGF for 15 minutes. Lysates were harvested, and PDGFR and AKT phosphorylation were assessed by Western blot. AKT showed similar levels of phosphorylation after PDGF treatment for 15 minutes in synectin knockdown cells compared to controls, N=3 (A). hHSCs with shRNA mediated synectin knockdown were treated with PDGF for 0, 15, or 30 minutes, after which they were fixed and co-stained for EEA (a marker of early endosomes) and phosphor-PDGFRα/β. Imaging of phosphorylated PDGFR with EEA showed PDGFR phosphorylation in control and synectin knockdown hHSC with localization to EEA positive vesicles, N=3. (C). Lysates were harvested from synectin-knockdown hHSCs or control cells following PDGF treatment for 3 minutes. Western blot was used to assess active Rac1 levels. Densitometric analysis was performed from Western blots of active Rac1 and values are represented as fold change, N=3. Error bars are SEM, * p-value < 0.05, statistical test used was One-way ANOVA. For two group comparisons, 2-tailed Student's t test was used (* p-value < 0.05).
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SUPPLEMENTAL TABLE 1:
All genes with logFC >1.5 or <-1.5 from the RNAseq analysis of wild type vs. synectin knockdown hHSC are shown in this file. 
SUPPLEMENTAL
Includes Endogenous Chemicals
Optional Analyses: 1 SUPPLEMENTAL 
